Bacterial corneal ulcers pose a serious threat to the eye. Bacterial keratitis may be caused by both Grampositive and Gram-negative organisms. Gram-positive organisms most commonly causing keratitis include Staphylococcus aureus, Streptococcus pneumoniae, and Str. viridans. Gram-negative corneal ulcers are most frequently caused by Pseudomonas aeruginosa, Moraxella lacunata, and Serratia marcescens. ' Occasionally genera of the family Enterobacteriaceae such as Klebsiella cause corneal ulceration.2 A case of corneal ulceration due to Enterobacter cloacae, the first published report, is presented to underscore the importance of this unusual ocular pathogen.
Case report
A 70-year-old female with anterior cortical cataracts underwent extracapsular cataract extraction and anterior chamber intraocular lens implantation of the left eye in January 1977. The eye subsequently developed posterior capsule opacification and cystoid macular oedema. In 1978 she was referred for treatment of pseudophakic bullous keratopathy. Visual acuity in the left eye was light perception. Her entire cornea was oedematous with epithelial bullae and stromal oedema, with folds. The endothelium was not visible. An Optical Radiation Corporation anterior chamber intraocular lens implant was in place. Behind the lens was a dense membrane adherent to the edge of the pupil with a white In January 1984 she reported a three-day bout of epiphora, foreign body sensation, and swelling of the left eyelid. On examination visual acuity of the left eye was hand motions at 6 inches (15 cm). There was slight erythema of the left upper lid with mild swelling. The cornea had microbullous epithelial changes and a 3-0x 1-2 mm epithelial defect with an underlying dense, white stromal infiltrate which was paracentrally located in the oedematous corneal transplant. A small hypopyon was present inferiorly (Fig. 1) .
The patient was admitted to the WK Kellogg Eye
Center and treated intensively with topical bacitracin (10 000 units/ml) and fortified gentamicin (13-6 mg/ml) drops to alternate every 15 minutes around the clock. The FML drops were tapered and discontinued over a three-day period.
Gram stain revealed Gram-negative bacilli. Cultures showed Enterobacter cloacae, verified by the Analytical Profile Index system. The organism was sensitive to gentamicin, tobramicin, and sulphacetamide; it was resistant to bacitracin.
On treatment day 2, when cultures revealed Enterobacter cloacae, sulphacetamide 15% drops were substituted for bacitracin. On the fourth treatment day the infiltrate was diminished, and the frequency of drop instillation was tapered. On treatment day 7 the epithelial defect had healed. At the time of discharge from the hospital the corneal epithelium was intact and the stroma was minimally scarred. There was residual oedema secondary to previous graft rejection. There was no significant stromal thinning. The patient presented in this report may have been particularly at risk for corneal ulceration by Enterobacter cloacae because of impairment of local host defences. The corneal epithelial barrier had been disrupted by chronic oedema following a previous episode of graft rejection, decreased tear production, and long-term topical corticosteroid therapy. It is likely that the patient directly introduced this stoolbased organism into the eye by means of poor toilet hygiene and inadequate hand washing.
Discussion
Fortunately the infection was controlled by topical sulphacetamide and gentamicin drops. Enterobacter cloacae is usually resistant to ampicillin and can produce a cephalosporinase which may deactivate some cephalosporins. ' 
